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ABSTRAK
Mengevaluasi hasil luaran maternal dan janin pada preeklampsia onset dini dan lambat (studi l),
membuktikan adanya patomekanisme yang berbeda dari aspek angiogenesis antara preeklampsia
onset dini dan lambat (studi l), Preeklampsia dibagi dalam kelompok onset dini bila preeklampsia
timbul < 34 minggu, dan onset lambat bila > 34 minggu. Studi l: Rancangan kasus-kontrol,
dilakulcan berdasarkan data rekam medik RS, sebanyak 182 subjek preeklampsia 59 onset dini
(kasus) dan 123 onset lambat (kontrol). Studi II: rancangan potong silang, terhadap 46 subjek
preeklampsia, l6 onset dini dan 30 onset lambat. Dilakukan pemeriksaan sampel darah untuk kadar
solttble vascular endothelial growth factor (sVEGFR-I) dan placental growth factor (PLGF)
maternal, dengan teknik ELISA. Studi l; Risiko kejang OR: 6,27 (1,43-31,26 ) dan Sindroma
I{ELLP OR: 4,01 (1,0-17,14) lebih tinggipada preeklamsia onset dini. Risiko berat lahir kurang dari
2500 gram OR: 12,9 (4,85-36,24) pada onset dini, darr risiko kematian janin OR: 3,85 (1,49-10,08 )
pada onset dini dibanding onset lambat. Studi II; kadar sVEGFR-1 serum lebih tinggi (p=0,006)
pada onset clini dibanding onset lambat dan hamil normal, nalnun kadar PLGF tidak berbeda
bermahna (p=0,154) antara kelompok hamil normal, onset dini dan lambat. Hasil luaran maternal
dan janin lebih buruk pada preeklamsia onset dini dibanding onset lambat, hal ini didukung oleh
kadar anti angiogenik (sVEGFR-I) yang lebih tinggi pada onset dini dibanding onset lambat dan
hamil normal.
lftta kunci : Patomekanisme, Studi Klinis dan Angiogenesis
ABSTITACT
To evaluate the maternal and fetal outcome in early and late onset preeclampsia (Study I). To prove
the possible patomechanism differences based on angiogenesis aspect between early and late onset
preeclampsia (Study ll). Study l: a case-control study ofpreeclampsia subjects (n=182) devided into
early onset (< 34 weeks) as a case group (n:59) and late onset (> 34 rveeks) as a control group
(n'=123). Study II: a cross sectional study of 45 preeclampsia subjects; 16 early onset and 30 late
onset. By using ELISA method, we measured the level of solLrble vascular endothelial growth factor
(sVEGFR-I) and placental growth factor (PLGF) in maternal serum. Study I; Risk of convulsions
OR:6,27 (1,43-31,26 ) and HELLP syndrome OR: 4,01 (1,0-17,14) were significantly higher in
early onset han late onset group. Risk of Low Birth Weight (<2500 gram), OR: 12,9 (4,85'36,24),
and intrauterine fetal death OR: 3,85 (1,49-10,08 ) were significantly higher in early onset han late
onset group. Study ll; The level of sVEGFR-I maternal serum was significantly higher (p:0,006) in
early onset han late onset and normal pregnancy, however there was no significantly difference in
PLCF serum between 3 groups (p=0,154)" Adverse maternal and fetal outcome were found in early
onset preeclampsia.These facts could be explained as serum level of anti angiogenic factor
(sVEGFR-l) is higher in early onset preeclampsia than late onset and normal pregnancy.
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